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Colour codes are used to indicate the projects; the numbers in the title boxes indicated the number of non-duplicate individuals in each genotyping project; the underlying boxes demonstrate the number of individuals typed in multiple projects, which the colour coding indicating the sources of the genotyping. Following the QC of the individual projects the data from the seven waves of genotyping were integrated. A number of samples were duplicated between the various genotyping projects to allow for cross project QC. After integration of the data sets the data were screened for missingness within individuals (>5% taking into account the number of SNPs that were genotyped for each individual), pedigree and sex errors, and Mendelian errors (genotypes for all family members for a given SNP were removed on detection of errors). Following QC, in cases where one individual from a monozygotic twin pair had been genotyped, duplicate genotypes were assigned to the ungenotyped co-twin, this resulted in a final sample size of 16,507 individuals. Supplementary Tables 1 and 3 . PCA was conducted using the autosomal SNPs that were genotyped in common between all Australian cohorts, HM3 and GEUT populations with the further proviso that SNP missing rates were < 2.5% in all individual cohorts and populations. A total of 225,455 SNPs fulfilled these requirements. The EIGENSOFT package was used to conduct the PCA 2 . Only those individuals in the 16 populations (n = 2317) were included in the initial PCA used to generate the top10 Eigenvectors or Principal components (PCs). The Australian data was then projected onto this 'genetic space' background. PC1 largely reflects the difference between Africans and non-Africans while PC2 separates East Asians from others. Further PCs show substantially lower values than those associated with PC1 and PC2. The Australian individuals cluster with Europeans as expected. However, several show evidence of African or Asian ancestry. We used the nonAustralian European populations (CEU, TSI, NET, UK, SWE, FIN and DEN) to calculate mean reference PC1 and PC2 scores. Any Australian individual more than 6 standard deviations from this mean was deemed to be an ancestry outlier. Any full siblings of offspring of excluded individuals were also excluded. A total of 277 Australian individuals were excluded as outliers (1.8% of the original sample) and an additional 70 individuals were excluded as relatives of an excluded individual. In addition, we carried out case-control analyses to facilitate further epistatic and conditional analyses. These analyses were conducted using the data from one individual from each family. The phenotypic data were re-coded as straight vs non-straight, and participants were preferentially selected for nonstraight hair in order to maximise power. This resulted in a sample of 1289 wavy/curly cases (588 Male) and 1582 straight haired controls (994 Male). Results of the Plink logistic regression analyses of the case-control sub-sample correcting for age and sex; Panel 3, Results of the Plink logistic regression analyses of the case-control sub-sample correcting for age, sex and rs11803731 genotype; Panel 3, Results of the Plink epistasis analyses (in which evidence of interaction with rs11803731 is considered for each SNP in turn across the genome) of the case-control sub-sample Figure S6 : Panel 1, Results of the Plink logistic regression analyses of the case-control sub-sample in Males correcting for age; Panel 2, Results of the Plink logistic regression analyses of the case-control sub-sample in Females correcting for age; Panel 3, Results of the Plink heterogeneity of odds ratios analyses of the case-control sub-sample testing for differences in odds ratios between the sexes. As expected, given the magnitude of the association signal, there was no evidence of sex differences in the 1q21.3 region. The strongest evidence of heterogeneity was observed at rs10817168 (P = 4.8e-07) on Chromosome 9 (113,114,526 bp). Details of the comparative populations used are given in Table S5 . PCA was conducted using the autosomal SNPs that were genotyped in common between all Australian cohorts, HM3 and GEUT populations with the further proviso that SNP missing rates were < 2.5% in all individual cohorts and populations. A total of 225,455 SNPs fulfilled these requirements. CNV status of the TCHH region was investigated in the ADOL_deCODE sample using the program QuantiSNP 3 on the Illumina 610K arrays. The default program settings were used with the addition of setting the maximum copy number to four and enabling the GC correction. In total, 18 individuals showed some evidence for copy number variation in the region flanked by SNPs rs1038745 and rs924088. Three samples contained two copy number variants, each with one copy number gain and one copy number loss. No further copy number gains were observed across all samples. However, this does not exclude copy number variants that are smaller than the detection capability of this array being important in the underlying biological mechanism. 
